Reperfusion arrhythmias may be a cause of sudden death in acute myocardial infarction. A patient underwent successful coronary artery recanalisation by primary percutaneous transluminal coronary angioplasty (PTCA) for acute myocardial infarction. In this patient an idioventricular rhythm with a severe haemodynamic effect developed within one minute of deflation of the PTCA balloon. Sinus rhythm was immediately restored by reinflating the balloon and thus reinterrupting the supply of oxygenated blood. This suggests that reperfusion with consequent reoxygenation is a primary factor in arrhythmogenesis. (Br HeartJ 1994;72:94-95) 
Reperfusion arrhythmias were first recorded in the dog heart by Tennant and Wiggers in 1935.1 Until the advent of thrombolytic treatment and interventional recanalisation for acute myocardial infarction, little attention had been paid to this phenomenon in humans. Observations of arrhythmias associated with reperfusion of the ischaemic myocardium in animal models have led to concern that similar events in humans might contribute to serious arrhythmia and sudden death. We report a patient who underwent successful coronary artery recanalisation by primary percutaneous transluminal coronary angioplasty (PTCA) for acute myocardial infarction, in whom idioventricular rhythm with severe haemodynamic effect was induced. Sinus rhythm could only be immediately restored on reinflating the PTCA balloon thus reinterrupting the supply of oxygenated blood. This suggests that reperfusion with consequent reoxygenation is a primary factor in arrhythmogenesis. reopened by PTCA with a 0-014 inch high torque floppy guide wire and a 3-5 mm balloon dilatation catheter. including the accumulation of cellular ions and metabolites, the stimulation of adrenergic receptors,4 or the generation of cytotoxic oxygen derived free radicals causing disruption of cellular membrane function with resulting electrical instability.5
In humans, a further possibility is that reperfusion arrhythmias may be the result of microembolisation of the occlusive thrombus into the distal coronary bed. This may cause smaller areas of ischaemia and consequent ischaemic arrhythmias. In this patient, although mechanical disruption of the occluding thrombus by PTCA may have produced microemboli, the rapid starting and stopping of the idioventricular rhythm argues against this hypothesis. This report suggests that reoxygenation by reperfusion is an important factor in initiating arrhythmias. The exclusion of oxygenated blood (presumably containing electrophysiologically active compounds) by balloon reinflation resulted in a return to sinus rhythm on three occasions. There is strong evidence to show that reperfusion arrhythmias are mediated by oxygen derived free radicals. Studies with animal models have shown that these products are electrophysiologically active and that agents that remove free radicals can provide protection against reperfusion arrhythmias.6 In humans free radicals have been directly detected in coronary venous effluent blood in the immediate postreperfusion phase of acute myocardial infarction,7 although the effects of agents that remove free radicals on reperfusion arrhythmias have not been studied to date. As the mechanisms responsible for ischaemic and reperfusion arrhythmias are likely to be different, uniform antiarrhythmic treatment may not be appropriate for reperfusion arrhythmias.
coronary artery occlusion.
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